[3H]uridine-labeled preparation of snowshoe hare virus was obtained by infecting confluent monolayers of BHK-21 cells with snowshoe hare virus at an input multiplicity of infection of 0.001 PFU per cell. The snowshoe hare virus was originally obtained from J. F. Obijeski of the Center for Disease Control, Atlanta, Ga., and was subsequently cloned twice in monolayers of BHK-21 cells. A plaque plug from the second cloning was used to derive a stock of virus (titer -3 x 107 PFU per ml). The authenticity of this virus preparation has been verified by R. E. Shope of the Yale Arbovirus Research Unit, New Haven, Conn. The procedures employed for labeling cells with [3H]uridine and purifying snowshoe hare virus from supernatant fluids were similar to those described by Obijeski and collaborators (18) . Purified [3H]uridine-labeled virus was mixed with 32P_ labeled BHK-21 2&S and 1&S rRNA and then subjected to electrophoresis (2) in 2% gels of polyacrylamide (Fig. 1) . Three bands of 3H-labeled RNA were observed which, by comparison to the molecular weights of the rRNA species (10) (Fig. 2) . Whether one of the large minor polypeptides represents the L protein described by others (17) is not known. However, since two of the major polypeptides (Gl and G2) could be labeled by inclusion of [3H]glucosamine in the growth medium (data not shown) and specifically removed by Pronase treatment (data not shown), it can be concluded that they are surface glycoproteins. Co-electrophoresis of '4C-labeled snowshoe hare viral polypeptides with 3H-amino acid-labeled La Crosse viral polypeptides indicates that there are only minor differences in the sizes of the three major polypeptides of the two viruses (unpublished data).
The interrelationships of the three RNA segments of the Bunyaviruses are not known. Do the smaller RNA pieces represent defective RNA species or are they degradation products of the largest RNA? Alternatively, do they contain separate genetic information? If the latter, then one might expect, as shown for influenza virus that possesses a segmented genome, that high-frequency recombination would occur during co-infection of cells by two temperaturesensitive, conditionally lethal mutants if those mutations were in gene products of different RNA segments. For influenza virus it has been postulated that such high-frequency recombination is due to the reassortment of the progeny segments derived from the genomes of the two parental viruses (see review by Sugiura [23] (i) its ability to give plaques at 330C, (ii) its ability to give plaques 39.50C, and (iii) its yield of viruses upon infection at 330C as opposed to 39.50C (i.e., its leakiness or reversion rate). Of some twenty initial candidates, six were sufficiently nonleaky (see Table 1 ) to be used in the complementationrecombination assays described below.
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